An otherwise healthy woman aged 27 sought advice 5 years after having bilateral calf implants inserted in Brazil for cosmetic augmentation of thin calfs. Each implant contained about 175 mL of silicone gel. For the past eighteen months the patient had experienced right calf swelling and pain, with dif®culty putting her foot¯at on the¯oor. She attributed various non-speci®c symptoms such as lethargy, gastritis and backache to the implants and also reported that she intermittently coughed up a lumpy and sticky substance, a sample of which she provided. This had an unusual gelatinous appearance and was sent for histological, electronmicroscopical and chemical analysis. There were no symptoms or signs of lung disease; chest X-ray and computed tomographic scan were normal, as were liver ultrasound and blood indices. Ultrasound indicated leakage from the right implant, and magnetic resonance imaging revealed a surrounding¯uid-®lled pseudocapsule. After removal under general anaesthesia both implants proved to be ruptured, and the presence of altered blood throughout the right implant suggested perforation at the time of insertion. Electronmicroscopy of the sputum revealed nearuniform granular deposits about 2 mm across ( Figure 1 ), corresponding morphologically to silicon oxide and identical to a sample from the explanted prosthesis. On evaluation by energy dispersive analysis of X-rays (EDAX), the silicone in sputum exactly matched that from the prosthesis ( Figure 2 ) and was contained within an amorphous background material high in sulphates and phosphates suggestive of tissue origin.
COMMENT
Much of the concern about silicone-gel-®lled prostheses relates to breast implants 1 . The systemic effects of silicone gel released by rupture are uncertain 2 , but an alleged excess of connective tissue diseases has not been con®rmed 3 . Wear debris from silastic ®nger joints has been associated with axillary lymphadenopathy and malignant lymphoma 4,5 . After rupture of breast implants, silicone has seemingly gained entry to the nipple ducts, axillary nodes, pleura, chest wall and upper arm 6 . The early practice of direct injection of silicone was abandoned because of widespread adverse effects.
There are nine reported cases of pneumonitis or acute lung injury following the accidental direct intravascular injection of silicone¯uid 7 . In some of these cases silicone was detected within macrophages after bronchoalveolar lavage, and the mechanism of lung damage was thought similar to that after fat embolism in which microvascular occlusion, followed by local serotonin release, platelet adherence to emboli and degranulation, can produce acute lung injury. Factors implicated in the rupture of breast implants are implant age, trauma to the breast (including closed capsulotomy, in which manual pressure is used to break up local ®brous tissue around an implant) and mammography. Implants positioned within the calf are under greater mechanical forces which could possibly lead to early rupture with extrusion of silicone gel locally. We think this is the ®rst reported case of silicone expectoration after rupture of a silicone-gel ®lled implant. The mechanism of migration is unclear. We speculate that the gel, extruded under high pressure, gained entry to the vasculature and embolized in the lungs. Lowe 
CASE HISTORY
A woman aged 24 was admitted with a 10-day history of severe back pain, bilateral lower limb dysaesthesia, left leg weakness and hesitancy of micturition. The symptoms were of subacute onset and were steadily progressing. She had been well previously and there had been no preceding infective illnesses or immunizations. The right eye had long been amblyopic. Her sister was known to have multiple sclerosis (MS), probably of primary progressive type. On examination she had a bilateral, asymmetrical, spastic paraparesis with extensor plantar responses. There was a sensory level at T4 with sparing of sacral segments. Cranial nerves, fundoscopic appearances and higher mental function were normal. She was apyrexial. A full-length myelogram was normal and the cerebrospinal¯uid (CSF) showed no oligoclonal bands, only a non-speci®c lymphocytic reaction (16 cells/mL). Chest radiography, angiotensin converting enzyme level, erythrocyte sedimentation rate, anti-nuclear factor, mitochondrial antibodies and smooth muscle antibody levels were normal or negative, as were serological tests for syphilis and borrelia. She was presumed to have transverse myelitis or idiopathic spinal cord in¯ammation. On treatment with intramuscular dexamethasone she made a good symptomatic and functional recovery, including bladder function. At follow-up 20 weeks later, she was walking independently without aids. There was some residual lower limb dysaesthesia and spasticity. 
